Discussion
This case is an example of a pulseless disease with pathological involvement of aortic arch, thoracic and abdominal aorta and the main branches at or near their origins. The duration of arm claudication indicates a premenopausal onset of the arterial disease at age 45 or earlier. The improvement of right radial pulsations and the return of a recordable blood pressure in the right arm (in the presence of complete occlusion of the right subclavian artery) indicate the development of a collateral circulation during the last five years. These features, and the absence of obvious clinical evidence of progression of arterial disease, without treatment, suggest that it is either very slowly progressive or static; the transient stroke may have been related to uncontrolled hypertension.
Initially it was considered that this occlusive arterial disease with aortic incompetence in a female, with no evidence of syphilis and no family history of premature vascular disease, was probably similar to Takayasu-Onishi-Kagoshima's disease (Takayasu 1908 , Sano & Saito 1972 and due to an arteritis. In the absence of biopsy confirmation, supporting evidence has consisted of persistence of the raised ESR for the last five years, positive serological tests compatible with an autoimmune disorder (Sano & Saito 1972) and the normal fasting lipid profile.
Takayasu's disease has been described predominantly in young Japanese women (Ueda 1966) , and the relatively few cases in the West have shown several differences: premonitory systemic symptoms have in some occurred years before detection of arterial disease (Strachan 1966) ; more cases have been described in males (Munoz & Correa 1970) ; the age of onset has tended to be later; and there has often been less involvement of the carotid arteries and optic fundi (Strachan 1966 
Comment
We believe that the introduction of prenylamine in the presence of this bradycardia produced a prolonged QT interval and gave rise to the ventricular arrhythmia torsades de pointes (Dessertenne et al. 1966 , Krikler 1974 . Prenylamine has been reported (Bens et al. 1973) to induce this arrhythmia under similar circumstances. Torsades de pointes should be distin-guished from repetitive ventricular tachycardia, because it should be treated by pacing or catecholamine infusion rather than by conventional antiarrhythmic drugs, which may actually aggravate it. Sinoatrial dysfunction is frequently caused by ischimic heart disease (Bouvrain et al. 1967) and the use of beta-blocking or calcium antagonist drugs may be hazardous unless a prophylactic demand pacemaker is inserted to prevent asystolic arrest or torsades de pointes. It also enabled adequate doses of propranolol to be given; when this reduced the sinus rate, the pacemaker took over and indeed appears to function most of the time. 
